IgA nephropathy (also called Berger's disease) is characterized by glomerular mesangial deposition of IgA (mainly IgAl) in renal biopsy specimens as determined by immunohistochemistry and is considered to be an immunecomplex-mediated glomerulonephritis. Epidemiologically, it is well knownthat there are geographic, ethnic and/or familial clusters of patients with IgA nephropathy. Dimeric and/or polymeric IgAl in the glomerular mesangial areas have been observed in patients with IgA nephropathy. IgA nephropathy is defined as nephropathy showing proliferative changes in the glomerular mesangial cells and increases in the mesangial matrices, associated with deposition of IgA. However, 4%of the kidneys studied at autopsy showed IgA deposition in the glomerular mesangial areas even in the absence of clinically evident renal disease in the large autopsy study of Sinniah et al (1) . Thus, it is possible that a variety of mechanisms may lead to deposition of IgA in the glomerular mesangial areas, and other factors may induce these deposits to cause glomerular injuries with subsequent production of clinical renal disease. It remains uncertain whether mesangial IgA (IgAl)-immune complexes (IC) or polymeric IgAl directly cause glomerular injury, or they are only secondary to some other pathological process. If IgA-IC/polymeric IgA has direct effects on glomerular injury, it would appear that they contribute to pathogenesis by including complement activation such as in the classical inflammatory cascade of type III (IC type) allergy (2) . However, the mechanisms of IgA-IC/ polymeric IgA binding to the glomerular mesangial cells and/ or areas are still obscure. Possible mechanisms of such binding include the following: 1 ) pinocytosis, 2) charge-dependent binding, 3) cytokine activity, 4) circulating or localized producing complement activation, 5) uteroglobin activity, 6) via the asialoglycoprotein receptor (ASGPR),7) via the Fca receptor (CD89), 8) via the polymeric immunoglobulin receptor (plgR), and 9) via other novel Fcoc receptors. Leung 
